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. If one level becomes distressed, the distress can reverberate through other levels of an individual's physiological, psychological, or social functioning. In the biopsychosocial model, somatization is conceptualized as a disturbance that originates in emotional and psychological conflicts but which manifests in the physiological system as physical symptoms (Goldberg, Novack, & Gask, 1992;  Kaplan, Lipkin, & Gordon, 1988 (Kirmayer, Robbins, Dworkind, & Yaffe, 1993) . Unfortunately, when clinicians do suspect somatization, patients frequently have little insight into the cause of their symptoms and resist a suggestion of psychological etiology (Kaplan et al., 1988; Kirmayer & Robbins, 1991a , 1991b Olfson, 1991; Smith, Monson, & Ray, 1986a) . Patients who do not accept psychological causation may respond by using multiple care-givers and undergoing numerous inpatient services, thereby frustrating the physician's attempts to control the disorder and incurring high medical utilization costs as a consequence (Kaplan et al., 1988 ; Katon & Russo, 1989; Lin et al., 1991; Olfson, 1991; Smith, Monson, & Ray, 1986b) . When somatizers do remain with one physician, they are more likely than other patients to be demanding of physicians' time yet non-compliant with treatment recommendations, a pattern that results in poor treatment outcomes (Kaplan et al., 1988; Kroenke, Lucas, Rosenberg, Scherokman, & Herbers, 1993; Lin et al., 1991) .
Social, behavioral, neurobiological, and psychodynamic explanations have been offered for somatization behavior. Socially, some societies may tolerate somatic symptoms more readily than emotional or psychological ones, so individuals from those cultures can more safely express emotional conflicts through somatic outlets (Angel & Guamaccia, 1989; Inclan, 1983; Nichter, 1981) . Behaviorally, people may demonstrate illness behavior if they are reinforced by their environment for assuming the sick role (Kaplan et al., 1988; Parsons & Wakeley, 1991) . Neurologically, impairments in the physiological functioning of the central nervous system may inhibit the expression of emotion, which may then be forced into a somatic idiom (Kaplan et al., 1988) . Finally, the psychodynamic approach posits that somatization occurs as a result of underlying emotional conflict, where somatic sensations act as a defense mechanism for release of the conflicting emotions by channeling them into a somatic expression (Barsky & Klerman, 1983 ; Katon, Kleinman, & Rosen, 1982; Kellner, et al., 1985) .
The psychodynamic approach is the most widely accepted explanation, and supporting evidence comes from studies of blood pressure and skin conductance that have found repressed anger and over-control of emotional expression to be associated with somatic symptoms (Kellner, 1990; Pennebaker & Traue, 1993 (Horowitz et al., 1993; Siegman & Feldstein, 1987) . To explore the possibility that emotional suppression might be evident during somatizers' interaction with medical professionals, we quantitatively examined the non-verbal behavior of somatizing and non-somatizing patients in a primary care clinic (Elderkin-Thompson, 1996 ; Elderkin-Thompson, Silver, & Waitzkin, 1998 (Kirmayer et al., 1993; Polkinghome, 1991) . The difficulty that physicians have identifying somatizers, and recent evidence that a large minority of non-somatizers also present unexplained symptoms in medical encounters (Kroenke et al., 1994) , indicates a need for a more sensitive method of analysis that probes beyond the surface content of patients' illness stories. Clinical researchers are turning to qualitative approaches, such as literary analysis of the narrative produced during the encounter, for more sensitive and complex interpretations (Clark & Mishler, 1992; Frank, 1994; Gee, 1986; Mishler, 1984; Mishler, Clark, Ingelfinger, & Simon, 1989; Waitzkin, 1991) .
Literary analysis of a collection of diverse medical narratives differs from a literary analysis of narratives generated by a common experience, such as divorce (Riessman, 1989) or violence (Labov, 1972 (Butler et al., 1990; Gold & Wegner, 1995; Polkinghome, 1991; van der Kolk, 1996) (Escobar et al., 1987 (Escobar et al., , 1989 Depression and PTSD were assessed because they are common emotional co-morbidities of somatization (Escobar, Swartz, Rubio-Stipec, & Manu, 1991; Holman, Silver, & Waitzkin, 1996; (Fisher, 1984; Fisher & Todd, 1983; Frankel, 1984; Street, Mulack, & Weimann, 1988; Waitzkin, 1991; West, 1984 
Narrative analysis
The qualitative analysis of patient narratives followed the three core steps recommended by Tesch (1990) and adapted for clinical settings (Miller & Crabtree, 1994) : developing an organizing system; segmenting the data; and making connections. The organizing system was the examination of the narrative structure in patients' stories according to Labov and Waletsky's model (Labov, 1972; Labov & Waletsky, 1967) . Labov (Brody, 1994) (Bruner, 1987) . Events in a narrative can be thematically organized, but scientific causality requires that one event must precede another to be seen as a cause. Consequently, physicians encourage, and patients usually report, a chronological development of symptoms.
To segment the data, the senior author and a research assistant independently analyzed the narrative structure (Crabtree & Miller, 1992a) (Labov, 1972 (Miles & Huberman, 1984; Miller & Crabtree, 1994; Strauss & Corbin, 1990 ). Misclassified patients were re-examined. The features expected of medical narratives, i.e. temporal organization, deviation from the norm, and temporal frame, were introduced in order to refine the classification of patients (Crabtree & Miller, 1992b; Huberman & Miles, 1994; Miller & Crabtree, 1994) . When elements of 'caseness' for somatizers and non-somatizers were agreed upon by the researchers, diagnoses of depression and PTSD were introduced to determine if they might account for the categories developed. The presence of depression and PTSD alone did not appear related to the absence of narrative components or degeneration of narrative content, so the analysis continued for the rest of the patients.
For the second round of data analysis, the videotaped narratives of the remaining somatizing patients (n = 21) and one-third of the remaining non-somatizing patients (n = 31) were selected for analysis. Patients were again evaluated for narrative structure and content in the order in which they entered the study. After narrative analysis, the diagnoses of somatization, depression, and PTSD were introduced.
Results corroborated the definitions of categories developed with the analysis of the first round of video recordings (Strauss & Corbin, 1990 (Edwards, 1997, p. 280 (Clark & Mishler, 1992; Gee, 1986; Mishler et al., 1989; Riessman, 1989 Escobar and colleagues' (1991) abridged construct. When the patient also had a psychiatric co-morbidity, the narrative differences became more salient and disruptive.
In the non-somatizing population, patients use the components expected in the Labov and Waletsky (1967) (Escobar et al., 1987; Katon et al., 1984; Lipowski, 1988a Lipowski, , 1988b (Pennebaker, 1995) (Potter, 1996) . Furthermore, it could document which types of messages are accepted by clinicians and which are subtly rejected. Particularly useful would be a combined qualitative and quantitative approach that examines the verbal and nonverbal interaction, and how that dynamic is associated with clinicians' responses (Edwards, 1997) . Two Sanson-Fisher, 1989 , Wilson, 1991 .
